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Visual allesthesia is a condition in which visual images
are transposed from one half of the visual ﬁeld to the other.
The most common cause is an acute right parietal stroke,
but allesthesia can result from other lesions and mecha-
nisms. We describe the unusual case of a man with
continuous transposition of his right visual ﬁeld into his left
due to epilepsia partialis continua.
A 57-year-old, right-handed man with a remote gunshot
wound to the right parietal lobe presented with the com-
plaint of seeing everything on his right-side moved to his
left-side. He initially developed paroxysmal episodes that
began with an awareness that visual objects were trans-
posed from his right visual ﬁeld to his left. The transposed
objects were less distinct than the original, appeared further
away, and involved background as well as foreground. The
patient turned his eyes and his head to the left in order to
capture the original left-sided images. The transposition
persisted a few minutes after removal of the original visual
stimulus and despite closing either or both eyes. About a
minute into the transpositions, he experienced other sen-
sory phenomena including a repetitive ‘‘clicking or
crackling’’ sound on the left side and a numbness of his left
hand. He would then recover with a residual ‘‘fogginess’’
and right-sided headache. The entire episodes usually
lasted 3-4 min, but, at time of presentation, the visual
transposition had increased in frequency to the point of
becoming continuous.
On past medical history, he had a penetrating head
injury 18 years previously, post-traumatic seizures (simple
motor involving his left upper extremity), mild glaucoma
responsive to ophthalmic drops, and hearing loss. His
epilepsy responded to phenytoin and then gabapentin,
which he had discontinued 8 years previously. Afterwards,
he continued with monthly episodes of left upper extrem-
ity numbness and weakness. Six months before
presentation, he underwent MRI for evaluation of his
hearing loss.
He underwent examination during the ongoing visual
transpositions. He reported that the examiner, standing on
his right side, was seen on his left. When the examiner
moved items on the right, the patient reported the move-
ments on the left. He was otherwise alert, attentive, and
oriented with ﬂuent speech, normal auditory comprehen-
sion, and normal memory testing. The rest of his
examination was normal except for diminished left hemi-
body pinprick sensation, left hand astereognosia and
agraphaesthesia, and a left upgoing toe.
After resolution of his visual transpositions, he showed
left hemiﬁeld extinction on double simultaneous stimula-
tion, but no hemispatial neglect on line bisection and visual
search tasks. On visual examination, he had visual acuity of
OD 20/25 and OS 20/30 ?2 and a left superior arcuate
visual ﬁeld deﬁcit in his right eye attributed to glaucoma
rather than to his right parietal predominant encephalo-
malacia (Fig. 1).
The patient’s presentation was consistent with partial
simple seizures. On hospitalization, he had continuous
clinical seizures lasting over an hour. Electroencephalo-
gram taken on day 2 and 3 after hospitalization showed
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DOI 10.1007/s00415-009-5031-8ictal focal episodes emanating from the right parieto-tem-
poral region (Fig. 1). He was administered lorazepam 2 mg
IV and loaded with levetiracetam 1,500 mg IV. His sei-
zures gradually subsided, and he was discharged with only
occasional partial seizures on levetiracetam 2,000 mg BID,
divalproex 1,500 mg BID, and gabapentin 1,200 mg QID.
This patient had ictal visual allesthesia, or the epilep-
togenic transfer of visual information from his right
hemiﬁeld to his left hemiﬁeld [1, 2]. This was accompanied
by palinopsia or the persistence of the transposed images
[1]. Visual allesthesia usually results from right hemisphere
lesions with left-sided neglect or extinction [2, 3]. In
addition, investigators have reported ictal or post-ictal
visual allesthesia in patients with right parieto-occipital or
temporal-occipital arteriovenous malformations and in a
patient with a right falcotentorial meningioma compressing
the area around Brodmann’s areas 18 and 19 [1, 4, 5].
Visual allesthesia may result from interhemispheric
transfer of vision from a normal right ﬁeld to a partially
impaired left ﬁeld [1, 6, 7] associated with sustained neural
activity in the contralateral parietal cortex [8]. This patient
had a baseline attentional compromise of left hemi-space,
and ongoing seizures shifted the normally attended right
hemi-space into the left side. Visual allesthesia, along with
palinopsia, differs from epileptic visual illusions and hal-
lucinations from occipital and temporal lesions [9], and
implicate a parietal localization.
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Fig. 1 Magnetic resonance
axial ﬂair images at lower (a)
and higher (b) levels. There is a
large area of encephalomalacia
along the right parietal lobe,
extending from the sensory strip
to the precuneus. There is a
signiﬁcant amount of gliosis in
the white matter, with some
sparing of the overlying cortical
ribbon. The temporal lobes,
including the mesial temporal
structures, are grossly normal.
There is calvarial thinning from
a prior craniotomy overlying the
region of encephalomalacia.
Visual ﬁeld examination (c, d).
Right eye superior arcuate ﬁeld
defect, nasal step (a). Left eye
beginning of inferior arcuate
defect (b).
Electroencephalogram (EEG) at
the beginning of the ictal build-
up (e) and during the visual
allesthesia (f). Ictal focal
parietal-posterior temporal-
occipital episodes. The EEG
demonstrated phase reversal at
P4 spreading to T4, localized to
the right parieto-temporal cortex
and lasting 179–320 s. The two
EEGs were calibrated at 60 lV.
A prior EEG, before
development of the spells of
visual allesthesia, had shown
transient irregular medium
voltages 3–7 cycles per second
slowing in the right parietal
region, but no clear cut
epileptiform activity
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